Sir, Recent correspondence (November 1987 JRSM, p 689, June 1988 JRSM, p 368, and July 1988 JRSM, p 429) has raised some important questions about the pharmacological control of muscle contraction headache. However, by focusing upon iatrogenic side effects, the correspondence has overlooked an equally important issue.
Virtually every method of treating this complaint, be it pharmacological or behavioural, rests on the assumption that muscle contraction (tension) headache is due to 'sustained contraction of skeletal muscles ... usually as part ofthe individual's reaction during life stress'.' Yet numerous electromyographic (EMG) studies cast doubt on the validity of this assumption. A recent review'' of the EMG literature as it applies to this group of sufferers indicates that, firstly, while some sufferers do exhibit abnormally high resting levels of muscle tension, others do not. Secondly, increased muscle contraction in response to stress varies widely between sufferers and may not occur at all. Thirdly, while some sufferers show increased frontalis EMG activity during headaches, in others this increase is small and irregular, or nonexistent. Alternatively, very high levels of muscle contraction may occur during headache free periods. Fourthly, the correlation between reductions in headache and muscle tension following successful treatment has variously been shown to be highly positive, relatively small or even negative.
The lack of a consistent relationship between stress, muscle contraction and headache has clear implications for clinical practice. By showing that sustained muscle contraction is not common to all sufferers it undermines much of the theoretical justification for routinely treating them with muscle relaxants or similar drugs. More generally, it implies that if the diagnosis of muscle contraction or tension headache is to be retained, it should be based upon objective data rather than a process of elimination plus literal interpretation of the patient's sensations. D MARCER
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Hypothermia-induced thrombocytopenia Sir, The authors belief that their article on hypothermia-induced thrombocytopaenia (1) On the subject of 'strangulation', as he called it, Brodie correctly noted that 'it only occasionally happens that ... you will see the patient in the first instance. But such an accident may occur and you should know how to deal with it. There is no time to be lost'. He discussed the application of 'artificial respiration', based on his studies in rabbits, since 'I find but little information on the subject in books'. He recommended the use of a bellows or syringe, avoiding too forcible distention, at intervals to resemble natural respiration as nearly as possible, timed with a watch with a second hand.
After discussing various methods proposed by others for intubating the glottis, by nasal or oral intubation with a rubber tube, or a tracheostomy and a curved silver tube, he describes his preferred approach; 'The simplest mode of proceeding, is to make an opening with a double-edged scalpel in the space between the cricoid and thyroid cartilages,' avoiding the 'quantity of dissection ... and the liability to haemorrhage' which are risks of tracheostomy (p. 77). Brodie thus may have been the first to propose cricothyrotomy, which is now considered by many to be preferred to tracheostomy as an emergency procedure, for the reasons he cited.
Brodie recommended a mouth-to-tube technique for inflation if a bellows was not readily available. He emphasized that inflation must be gentle, under direct observation of the unclothed chest. He described air embolism and gastric distention as complications of incorrect intubation and overzealous resuscitation, and he described techniques to reduct oesophageal passage of air.
Brodie then discussed the treatment of cardiac arrest that follows strangulation (asphyxia). He stated that 'the most probable means of restoring the action of the heart would seem to be the application of voltaic electricity', since this technique 'brought the diaphragm and intercostal muscles into vigorous action'. However, he was never successful in restoring cardiac arrest due to asphyxia. He apparently did not open the chest and observe the heart, or stimulate it directly, although he used incisions in the neck and
